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vehicle of infection in an outbreak of listeriosis. N Splenic vein thrombosis is a recognized risk after splenectomy and there are many reports of central propagation leading to portal vein thrombosisl. Fatal hepatic infarction2 has been recorded but segmental hepatic infarction from this origin has not, to our knowledge, been described.
CASE HISTORY
A man aged 58 was admitted electively for cholecystectomy and splenectomy. The cholecystectomy was planned because of frequent attacks of biliary colic from cholelithiasis. However, he also had chronic lymphatic leukaemia with splenomegaly and resultant thrombocytopenia that had proved unresponsive to medical therapy; therefore, it was decided to remove the spleen at the same operation in the hope of reversing the thrombocytopenia. The operation was completed uneventfully via a midline incision, with negligible blood loss. A large spleen (2.5 kg) was removed, and then a routine retrograde cholecystectomy was done (normal Calot's triangle anatomy). He recovered very well until he became febrile on the morning he was due for discharge (tenth postoperative day).
On that particular morning, he also complained of vague upper abdominal pain and was tender in the upper abdomen. Blood cultures were taken and intravenous antibiotics were started empirically; a computed tomo-graphic (CT) scan showed an abnormal wedge-shaped lowdensity area in the right lobe of the liver involving segments 6 and 7 with a well defined hyperaemic border suggestive of infarction ( Figure 1 ). Thrombus was seen within the splenic vein to the level of the spleno-portal confluence ( Figure 2 ) and the right portal vein, but most of the main portal vein The patient was started on intravenous heparin and remained comfortable over the ensuing days with no signs of deterioration. Twelve days after the thrombosis was diagnosed (twenty-second postoperative day) he was discharged home on oral aspirin. CT scans four weeks ( Figure 3 ) and two months after the operation showed resolution of the known hepatic infarct and no new lesions. He remains well with improving liver function tests and the platelet count has stabilized at about 800 x 109/L. COMMENT Portal and splenic vein thromboses after elective splenectomy are potentially lethal complications3 that probably result from a hypercoagulable state and stasis of blood in the stump of the splenic veinl. Thrombocytosis is common postoperatively but can be longstanding in 30% of splenectomy patients4. In the pathogenesis of thromboembolic complications, the absolute platelet count is less important than altered platelet function5.
Hepatic infarction is much less common than infarction of other organs, presumably because of the liver's double blood supply from the portal vein and the hepatic artery. The aetiology of hepatic infarction is poorly understood, but there is good evidence that a disturbed portal venous system is important in causation6. Yamashita et al.2 reported a fatal case of hepatic infarction with portal thrombosis that was thought to have been caused by chronic pancreatitis, endoscopic variceal ligation and endoscopic injection sclerotherapy in a woman with liver cirrhosis. In our case the main portal vein was largely patent, although the splenic vein and the right posterior branch of the portal vein were seen to be thrombosed. Thus, stasis in the stump of the splenic vein caused the initial thrombus, and it was a subsequent embolic event, rather than propagation, that then led to thrombus within the right posterior branch of the portal vein and ultimately infarction of hepatic segments 6 and 7 which the latter branch supplies. There is no reason to think that the cholecystectomy performed at the same operation contributed to the infarction since the hepatic artery and its branches were clearly patent on the CT scan.
